Gilmour in 1941 first drew attention to the fact that temporal arteritis was but one facet of a general vascular disorder of unknown aetiology, giant cell arteritis. This concept gained support from Cooke, Cloake, Govan, and Colbeck (1946) , Cardell and Hanley (1951) , and Heptinstall, Porter, and Barkley (1954) . The diversity of clinical presentation has been well reviewed by Ross Russell (1959) and by Paulley and Hughes (1960) and may include occipital pain and discomfort suggesting cervical spondylosis, meningitis, or even a subarachnoid haemorrhage. Yet a further masquerade is that of muscular stiffness and discomfort which Paulley and Hughes would equate with 'anarthritic rheumatoid disease' (Bagratuni, 1953 and 1956 ); this too is the view of MacGregor (1961) , but it should be added that this relationship between these conditions has not been clearly demonstrated, and many, including Bagratuni, would dispute it. The disease may smoulder on unmasked until some catastrophe, such as blindness ensues; indeed Hollenhorst, Brown, Wagener, and Shick (1960) Kohn's technique (1958 Kohn's technique ( , 1960 Bodman's technique (1957) .
The quantitative evaluation was done with a reflectance densitometer (Chromoscan).
RESULTS
The main clinical features and the serum protein changes in 11 patients with giant cell arteritis, all but one of whom received steroid therapy for a varying period of time, are set out in Table I . A study of (Fig. 3) showed a normal alpha 2 globulin level but a glycoprotein strip on the latter date likewise revealed a normal alpha 2 glycoprotein (Fig. 4) . Thereafter her condition began once more to fluctuate (Fig. 7) and steroid therapy required constant adjustment. Indeed in March 1962, 13 months after the initial admission, she relapsed clinically yet again and a serum electrophoretic strip on 28 March 1962 revealed a raised alpha 2 globulin fraction (Fig. 5 ) which was reflected in the raised alpha 2 glycoprotein (Fig. 6 ).
Two of these 11 patients lend emphasis to the point already made as to the diagnostic problem such cases may on occasion present. Thus the possibility of cervical spondylosis was initially entertained in patient H.B., while in patient B.L., though giant cell arteritis was indeed suspected and steroid therapy even begun, her symptoms were such that it was felt justifiable to proceed to a ventriculogram to exclude an intracranial neoplasm.
DISCUSSION
The consistent serum electrophoretic changes in these 11 patients have been found to be a considerable increase in the alpha 2 globulin fraction with a milder elevation in the alpha 1 fraction, while the albumin is decreased; the alpha 2 fraction is unequivocally and strikingly raised while the alpha 1 change may remain within the limits of normal. Such a pathological pattern is not of course pathognomonic of giant cell arteritis but rather of a general inflammatory state in which it is well known that the alpha 2 globulin is inevitably raised. Figure 7 shows that the subsequent response to appropriate steroid therapy is of a falling alpha 2 globulin level. There is indeed a corresponding decrease in the globulins generally, but more particularly in the gamma fraction, and the balance of the decreased alpha 2 and gamma globulins is shifted to the albumin, which now rises. We were struck by the considerable decrease in the gamma globulin fraction following the start of steroid therapy in each case.
The glycoprotein strips (Figs. 2, 4 , and 6) revealed convincingly how the alpha 2 glycoprotein faithfully mirrored the rise and fall of the alpha 2 globulin fraction in the serum protein strip, which in turn, as we have stressed, reflected the activity of the underlying inflammatory state.
In considering the above changes, it is of course appropriate that one should appreciate that in the elderly generally, and certainly in the age group of patients with giant cell arteritis, the globulins generally tend to be higher and the albumin relatively decreased as compared with those values found in earlier years.
It is certainly true, as the graph indeed shows, that in essence the rise and fall of the alpha 2 globulin fraction is followed closely by similar changes in the E.S.R. We would stress, however, the value of performing both investigations, particularly in those (Table 1I ). Yet a further aid to diagnosis in the doubtful case is an estimation of the C-reactive protein which is known to appear in the blood in inflammatory conditions and destruction of tissue. C-reactive protein was estimated in five of our patients and in four revealed a titre varying from i to I; in the remaining patient it was negative but was assessed at a stage of inactivity.
SUMMARY
The serum electrophoretic changes are reported in 11 cases of giant cell arteritis, using a cellulose acetate technique. All showed a considerable and striking increase in the alpha 2 globulin fraction with but a minimal elevation of the other globulins and a decrease in the albumin. Appropriate steroid therapy lowered the alpha 2 globulin and indeed produced a reduction in the globulin levels generally, more particularly in the gamma globulin; the balance of the decreased globulins was shifted to the albumin fraction, which rose. In cases of giant cell arteritis continuing inflammation is better assessed by serum electrophoresis and the E.S.R. than it is by the patient's symptomatic response to therapy, and of these two investigations the alpha 2 globulin change is the more sensitive reflector of smouldering activity. The need and amount of therapy required are better assessed by these investigations than by the patient's clinical response alone.
